Oculomotor nerve palsy is frequently caused by an aneurismal compression and diabetes mellitus. Brainstem infarction, cavernous sinus tumors and other intracranial lesions are well known causes of oculomotor palsy also. However, neurovascular conflict causing oculomotor nerve disturbances are rare [1][2] [3] [4] . After the advent of high quality MRI and neuroimaging improvements, the diagnosis of such atypical neurovascular conflicts in symptomatic patients became quite simple 5, 6 . The case of a patient with bilateral oculomotor disorder with MRI imaging of the head showing a right oculomotor nerve compression by the right posterior cerebral artery and a left oculomotor nerve compression by the left superior cerebellar artery is reported and discussed.
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Case
This case report has been approved by the ethics committee of our institution and the patient consented with the publication. A 56 year old man with a chronic bilateral oculomotor nerve paresis was seen at our clinic. He has this non-progressive deficit for more than 15 years without any associated conditions and has been well-adapted to his condition. After an ophthalmologic evaluation, a neurological screening was suggested to exclude the possibility of intracranial mass or aneurysm. He had neither a metabolic disease nor a history of a familial neurological disorder. At physical examination, the patient showed a bilateral ophthalmoplegia, with extrinsic ocular movements depending on the activity of the IV and the VI cranial nerves and an associated partial bilateral ptosis (Fig   1) . There were no pupillary abnormalities. All laboratorial results were within normal limits. An investigation to exclude myasthenia gravis was proceeded, with normal thoracic CT-scan and laboratorial tests. A therapeutic test with pyridostigmine failed to improve the III rd nerves function. A T2-weighted MRI imaging of the head revealed bilateral oculomotor nerve compression due to vascular conflicts, the right conflict caused by the right posterior cerebral artery and the left caused by the left superior cerebellar artery (Fig 2) . A CTangiography showed no aneurysm or relevant abnormalities. A two-step surgical approach was suggested to the patient who refused to be operated on because he is well-adapted to the ophtalmoplegia and stated that it does not interfere on his daily activities.
DisCussion
Vascular compression of a cranial nerve at the brainstem can cause several syndromes. Most of the neurovascular conflicts found in the literature are reported to occur within the cerebellopontine angle, with an arterial loop or a hindbrain vein compressing a cranial nerve, from the IV to the XII cranial nerves. Trigeminal neuralgia, hemifacial spasm, vertigo and glossopharyngeal neuralgia are well-known hyperactive dysfunctions secondary to a vascular compression of the V, VII, VIII and IX cranial nerves, respectively, mostly on the junction area between the central and the peripheral myelin. Surgical microvascular decompression is the approach of choice to treat many of the cases bearing these conditions 7 .
Intracranial aneurysm compression of the oculomotor nerve in the subarachnoid space is the commonest cause of III rd nerve dysfunction. An oculomotor compression by atherosclerotic, abnormally positioned or abnormal vessels has also been reported 1 . Diabetes mellitus can also lead to an ischemic oculomotor nerve dysfunction usually sparing the pupil. Intracranial lesions, brainstem infarction, trauma and cavernous sinus tumors are known causes of oculomotor palsy without pupil sparing 4 . Nonaneurysmal compression of the oculomotor nerve is a condition rarely reported in the literature. The case of a patient in whom a duplicated left superior cerebellar artery, a prominent posterior communicating artery and a posterior cerebral artery diagnosed by MRI leading to compression of the oculomotor nerve causing anisocoria was reported by Albayram et al . Nakagawa et al reported a case of bilateral oculomotor nerve paresis due to compression by arteriosclerotic left and right posterior cerebral arteries 3 . Suzuki et al described a case presenting with a left oculomotor palsy due to an oculomotor nerve pinch between the left posterior cerebral artery and the left superior cerebellar artery 4 . The diagnosis was made during the surgical clipping of an aneurysm at the junction of the left internal carotid and the posterior communicating arteries, found to be unrelated with the III rd nerve dysfunction. The last two cases were successfully treated by microvascular decompression with palsy improvement.
In the case presented in this article, an idiopathic cause of a chronic bilateral oculomotor nerve paresis was discarded after a MRI imaging of the head, which revealed the bilateral neurovascular conflict. These findings could not be shown by angiography but were consistent enough to be regarded as the cause of the bilateral III rd nerve palsy. The progress in neuroimaging methods led to a better demonstration of the anatomical relationship between vessels and cranial nerves such as those demonstrated by high-quality MRI. The 3D Fourier constructive interference steady state sequences (3D-CISS) and 3D time-offlight sequences (3D-TOF) enable a detailed study of the anatomy and of the vascular relationship of the cisternal segment of the oculomotor nerves. In the investigation for oculomotor nerve dysfunction, abnormal compression related to vessels and lesions may be easily detected by these methods 6 . Once a vascular conflict is demonstrated, microvascular decompression may be an effective treatment option. Patients presenting with a III rd nerve dysfunction previously diagnosed as bearing an id- 
